the carotid or vertebral vessels. Nimodipine 60mg 4h was prescribed and the patient was transferred to a regional neurology centre for further investigation.
On arrival, examination revealed neck stiffness but no localizing neurological signs. Plantars were both flexor, and consciousness was not obtunded. Blood pressure was 140/ 50 in the right arm and 130/50 in the left. An ejection systolic murmur was audible in the aortic area together with a soft (grade 1/4) early diastolic murmur.
A magnetic resonance scan of the head revealed an irregular area of high signal in the left frontal lobe, and a similar lesion in the left cerebellar hemisphere consistent with fresh (24-48 h old) haemorrhage into brain substance (See Figures 1 and 2 ). Examination of the cerebrospinal fluid revealed uniform heavy bloodstaining (4000 rbe!JlL) without xanthochromia, and a normal leukocyte and protein content.
Arch aortography and cervical and cerebral arteriography were performed as a single procedure 16 h after admission. Images of the aortic arch, much of the ascending aorta, and the first 5 em of the descending aorta were obtained, and were reported as normal. In the cervicaland intracranial vessels there were no features suggestive of dissection, occlusion, aneurysm, or vascular malformation. Over the following 24 h the patient remained stableand reported feelingbetter. Earlyin the morning of the third day after admission, however, he was found unresponsive and pulseless in bed during routine ward observations. A prolonged attempt at resuscitation was unsuccessful.
Post mortem examination revealed a massive haemopericardium associated with dissection of the aorta from a point 1.5 em above the aortic valve, through the arch asfar asthe origin of the first intercostal artery, but not involvingthe great vessels of the neck. The origin of the dissection was associated with a sizeableatheromatous plaque. Apart from a bicuspidaortic valve the heart was structurally normal. There was no evidence of chronic systemic hypertension. Both carotid and both vertebral vessels had an entirely normal appearance. Examination of the brain revealed large haemorrhagic contusions of the left frontal lobe and left cerebellar hemisphere, and a small contusion in the right cerebellar hemisphere.
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A 41-year-old businessman without significant past history or known risk factors for cardiovascular disease was admitted to our hospital for investigation of unusual neck pain and unexplained lesions on a computerized tomography (CT) head scan.
He had been well until lunchtime on the day of admission, when he experienced an unfamiliar excruciating pain of abrupt onset, beginning in the upper mediastinum and radiating to the right side of the neck, and accompanied by a sensation of lightheadedness and nausea. He vomited and then collapsed with loss of consciousness. On regaining consciousness he felt lightheaded and unwell, and complained of a mild generalized photophobic headache. He presented to a local accident and emergency department where physical examination was unremarkable and a 12-lead electrocardiogram, a full blood count and serum electrolytes and urea were normal; he was later discharged. Instead of returning to work he telephoned his wife, who drove him home.
Over the following 3 h the headache and malaise persisted and a severe burning pain began to develop on the right side of his neck, which quickly became sensitive to both movement and light tactile stimulation. He later suffered a further episode of lightheadedness associated with collapse. His wife summoned the general practitioner, who recorded a blood pressure of 90/60 mmHg and arranged for the patient to be admitted to a general medical ward. On admission he was clearly unwell, with a severe light-sensitive headache. There was a sharply demarcated area of extreme hyperaesthesia over the right side of his neck, within the distribution of the C2 and C3 dermatomes, and movement of the head in all directions was limited by pain. Neurological and fundoscopic examination were otherwise normal. A soft ejection murmur was heard in the aortic area. There was no diastolic murmur.
A 12-lead electrocardiogram, chest radiograph, full blood count and clotting studies, serum electrolytes, urea, calcium and phosphate were normal. There was mild, nonspecific derangement of the liver function tests. A CT scan of the head showed a haemorrhagic lesion of the left frontal lobe and blood in the interhemispheric fissure. Intravenous digital subtraction angiography revealed no abnormalities of flap into the neck vessels, and how many referred pain from deeper structures, as in the present case, is unknown. Moreover, the phenomenon of hyperaesthesia over a sharply localized area of skin as a presenting feature of aortic dissections has not previously been described.
Much of the uncertainty in the present case arose from a failure to recognize these unfamiliar features. The correct diagnosis was entertained, but only in the context of distally propagated dissection in the neck vessels. Since the angiogram was interpreted as excluding the latter, it was assumed that the former had necessarily been excluded a fortiori. In fact, the arch aortogram was retrospectively described as being suggestive of intimal separation, a judgement which, had it been given earlier, would have made further imaging of the thorax mandatory".
The lesions on the brain scans were another confounding factor: the absence of any history or external evidence of head trauma led to the assumption that these represented primary intracerebral events-either embolic or haemorrhagic-and further intensified the search for a vascular lesion distal to the aorta.
In the light of the post mortem findings we suggest the following as a unifying explanation for the clinical, radiological, and laboratory abnormalities: chronically aberrant flow across the bicuspid aortic valve had favoured the formation of an atheromatous plaque which in turn had caused local weakening of the lamina media"; sudden dissection had caused neck pain, as the intimal flap propagated through the aortic arch (these two structures being closely related embryologically via the fourth branchial arch)5; hypotension, mediated by disturbance of aortic baroreceptors, was responsible for the presyncope and collapse, during which the back of the head was struck, causing a posterior coup and a frontal contre coup injury; haemorrhage occurred in the contusions, producing the subsequent headache and meningism, and providing a source for the cerebrospinal fluid blood that was seen on CT and at lumbar puncture.
